Motoneuron and oligodendrocyte lineages are thought to be closely related by many lines of evidence [1]. They are sequentially generated in the ventral ventricular zone (Figures 2A and 2B) . The dead Olig2 Ϫ/Ϫ pups seemed to lack tonicity in extension muscles and retained their in utero posture after delivery ( Figure 2B ). When the embryos were obtained by Caesarian section,
oligodendrocytes and expressed an astrocyte marker, expressing cells due to CreER TM 's cytoplasmic localiza-S100␤, at the time of oligodendrogenesis. Olig1 or tion in the absence of tamoxifen, CreER TM could be used Olig3, other family members, were expressed in the as an expression marker in this study and was exdescendent cells that should have expressed Olig2.
pressed under the control of the Olig2 promoter. The We concluded that Olig2 is an essential transcriptional deletion was confirmed by Southern blot analyses (Figregulator in motoneuron and oligodendrocyte develures 1B and 1C). Olig2 ϩ/Ϫ mice showed no gross moropment. Our data provide the first evidence that a phological abnormalities and were viable and fertile. In single gene mutation leads to the loss of two cell types, contrast, Olig2 Ϫ/Ϫ mice did not feed and died on the day motoneuron and oligodendrocyte.
of birth (Figures 2A and 2B ). The dead Olig2 Ϫ/Ϫ pups seemed to lack tonicity in extension muscles and retained their in utero posture after delivery ( Figure 2B ). These observations raise an interesting possibility that
